The blood component responsible for the production of the cyanotic eolour is that portion of the hemoglobin which is not in the state of oxyhEemoglobin, but is either normal, reduced hwmoglobin, or methamoglobin or sulph-hoemoglobin."
of capillary blood appear necessary to cause cyanosis, the amount of oxygenated hbemoglobin also present having relatively little effect. They put it thus "Cyanosis appears to be chiefly dependent on the absolute concentration of the reduced hemoglobin in the blood rather than on the ratio of reduced to oxygenated."
Among modifying factors they mention-"thickness of the epidermis, the norlmlal or pathological pigment of the skin; normal and pathological variations in the colour of the blood plasma; variations in the concentration of oxidized haemoglobin in the blood; variations in number, width and length of blood-filled capillaries in a given surface area; variations in the extent to which the average capillary blood approximates in its unsaturation nmore nearly to the arterial than to the venous blood, or vice versa." The capillary content of reduced hEemoglobin may be increased by " deficient pulmonary oxygenation, the effect of which is proportional to the total hiemoglobin content, and during passage of the tissues, increased oxygen consumption, the effect of which may be augmented by the presence of an unaerated channel through which venous blood enters the arteries." Now in cyanosis we think of causes which are due to lung affections such as emphysema and of those due to some error of the heart and blood channels, such as pulmonary stenosis, patent interventricular septum, abnormal position of, or junction between, the great vessels leaving the heart, &c. Erythramia and enterogenous cyanosis have also to be borne in mind.
In this case the appearance of cyanosis during infancy and its continuous presence since then, with marked clubbing of the fingers and toes; the absence of any enlargement of the spleen; the fairly high colour-index; the absence of any changes on holding up or lowering the hands, also the absence of albuminuria, headache or any apparent dyspncea, would, I think, be sufficient to negative erythramia. We can eliminate enterogenous cyanosis because neither methamoglobinemia nor sulphhwemoglobinemia were found upon investigation.
As there is no lung affection, we can presume that the cause of the cyanosis is not pulmonary, whilst the absence of any heart murmur upon repeated examination allows of the conclusion that pulmonary stenosis, patent interventricular septum (unless the opening be very large), patent ductus arteriosus, &c., are not present. The final choice would appear to lie between a trilocular heart due to a large opening in the ventricular septum, and transposition of the great vessels leaving the heart, or to a junction between the aorta and pulmonary arteries. In a case of an infant dying of congenital cyanosis at the Royal Waterloo Hospital a trilocular heart was found at the necropsy, but the cyanosis was not quite so marked as in this case, and the present patient is nearly six years old. I incline to the opinion that the congenital cyanosis in this instance is due to transposition of the great vessels. So far, no help has been obtained from X-ray examination.
Case of Clubbing of Fingers and Toes.
By L. S. T. BURRELL, M.1).
MALE, aged 40. Quite well until 1905 when he had a hunting accident and broke a rib. A few weeks afterwards he developed clubbing of fingers and toes. The clubbing became very considerable and still persists, There have never been diagnosed, however, any physical signs in the chest either clinically or by the X-ray. His general condition remains quite good and he has neither cough nor expectoration. The interest of the case lies in the sudden onset of extreme clubbing, which still persists after twenty years without any other signs or symptoms.
